Psychological stress delays wound healing and decreases immune/inflammatory responses required for bacterial clearance. To determine if stress increases the susceptibility to wound infection, female SKH-1 mice were subjected to restraint stress (RST) beginning 3 days prior to the placement of cutaneous wounds. Viable bacteria were quantified from harvested wounds. RST delayed healing by 30% and caused a 2-to 5-log increase in opportunistic bacteria (e.g., Staphylococcus aureus) when compared to wounds from control animals ( p Ͻ .05). By day 7, 85.4% of the wounds from RST mice had bacterial counts predictive of infection compared to 27.4% from control mice ( p Ͻ .001). To assess the role of RST-induced glucocorticoids in bacterial clearance, mice were treated with the glucocorticoid receptor antagonist RU486. RU486 reduced opportunistic bacteria by nearly 1 log in wounds from RST mice ( p Ͻ .05). Thus, stress impairs bacterial clearance during wound healing, resulting in a significant increase in the incidence of opportunistic infection.
INTRODUCTION
Efficient healing of cutaneous wounds is essential in restoring the natural epidermal barrier against infection. Wounds of surgical or traumatic origin are invariably colonized by bacteria (Robson, 1997; Bikowsky, 1999) . Among the most common microorganisms that cause wound infection are Staphylococcus aureus and β-hemolytic Streptococcus (Mertz & Ovington, 1993) , which are considered ''transient flora'' of the skin (Bikowsky, 1999) . Infected wounds heal more slowly and have an increased incidence of scarring (Robson, 1997) . On a larger scale, infected wounds could severely compromise the overall health of an individual. Therefore, if the mechanisms of antibacterial protection are compromised then infection and tissue damage increase (Robson, 1997) .
Previous research suggests that stress impairs immune function that is required for bacterial clearance (Kgansari, Murgo, & Faith, 1990) . For example, Shurin et al. (1994) showed that bactericidal activity of neutrophils and macrophages was suppressed by chronic foot-shock stress. In addition, Brown et al. (1993) 
